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Olfactory epithelium of PC1 -/-mice
Because mutations in PC1 are the most common cause of renal cystic disease, we also sought to determine if PC1 played a role in the OE. In order to examine this, we used a mouse model in which PC1 was specifically deleted in the mature OSNs using olfactory marker protein driving the expression of CRE (OMP-CRE).
In mice in which PC1 was deleted in the OE (OMP-CRE, PKD1
flox/-), we were unable to find differences in expression or localization of AC3, G olf or MKS3 ( Figure   S3A ). In addition, immunofluorescence for two well-characterized ORs (mOR28, M50) revealed apparently normal OR localization to the cilia, knob, apical dendrite and cell body; in addition, cilia structure appeared normal at the light microscopy level ( Figure   S3B ). and 3X sample buffer containing DTT was added. Samples were not heated. Samples were loaded onto 10% PAGE gels, and proteins were transferred to nitrocellulose.
Methods
Co-immunoprecipitation
Membranes were probed using an anti-meckelin polyclonal antibody (MKS3) or an anti-HA antibody (MKS1) (1). The expected size for MKS3 is 112 kDa, whereas the expected size for MKS1 is 65 kDa. MKS1 typically ran as doublet.
